The incidence of myoglobinuria seems to be rare in childhood. In Japan, a few childhood cases of symptomatic myoglobinuria have been reported: they are associated with acute polymyositis (Sakurai et al., 1968) , progressive muscular dystrophy (Kitahara and Fukuyama, 1972) , or measles (Ando et al., 1974) , while an incidence of cryptogenic myoglobinuric myopathy in a sibship has also been described (Shomori et al., 1969 ).
Recently we have seen a case of acute myoglobinuria which occurred in an 11 month old girl, who was admitted complaining of fever, dyspnoea, and muscle hypotonia. Electronmicroscopic examination of a biopsied muscle specimen revealed picornavirus-like crystals interspersed between myofibrils. The relationship between viral infection and the onset of these symptoms is also discussed.
Case report
An 11 month old girl was suffering from fever, dyspnoea, and muscular hypotonia. The family history was non-contributory. She was born after a 40 week pregnancy and her birthweight was 3200 g. There was no asphyxia at birth. She suffered from kernicterus as a consequence of severe neonatal jaundice in spite of exchange transfusions 10 days after birth. Spastic diplegia with athetosis developed as a sequel so that she had regularly attended our clinic for medical advice and rehabilitation training.
On 22 April 1974 (the first day of illness), she had fever ranging from 38 to 40°C, but was doing relatively well. On the second day of illness she developed a high temperature (41.8°C), dyspnoea with cyanosis, and decreased muscle power, and she was brought to our emergency clinic and admitted.
On admission she was a moderately well nourished baby, somnolent but reacting to stimulation. The throat was slightly reddened. Although she had cyanosis and dyspnoea, no abnormality of the chest was found by physical examination. The abdomen was flat. The liver was one fingerbreadth palpable. The spleen was not palpable. Patellar reflex was positive bilaterally and no pathological reflexes were elicited. Although she had usually assumed a spastic posture before the illness, the extremities were now flaccid without any spontaneous active movement. On the third day, she still had fever around 38°C, but the dyspnoea was somewhat relieved. On 25 April, she excreted dark reddish-brown urine, and hard swelling of both gastrocnemius muscles was noted for the first time. (Fig. 1) , when the urinary colour was already slightly brownish. Myoglobin could not be detected in serum or urine electrophoretic and visual light absorption tests probably because the concentration of myoglobin in the material was too low.
On the ninth day of the illness, biopsy of the left rectus femoris muscle was carried out. The fundamental structure of muscle fascicles was relatively well preserved in general, but necrotic fibres with or without vacuole and fragmentation were scattered irregularly. There were numerous small opacities in many of the fibres in the cross section, which could indicate the site of abnormal myofibrils though this is unconfirmed (Fig. 2 (Fig. 3) . Electron microscopic studies showed a characteristic pattern in which almost normal myofibrils lay alongside those with degenerated amorphous structure and almost completely destroyed Z bands (Fig. 4a ). Figure   Fig .Pt A-., Fig. 4d illustrates, they were conglomerates of small particles (20 ,tm in diameter), and the distance between each particle was 25 ,um. This regular crystalline structure and its morphology suggest that they are picornavirus-like crystals.
CLINICAL COURSE
The clinical course of the illness is summarised in Fig. 5 (Middleton et al., 1970; Sato, 1971a; Mejlszenkier et al., 1973) . Coxsackie virus has been noted as a provocative agent of viral myositis, but more recently influenzal myositis has been described repeatedly (Middleton et al., 1970; Simon et al., 1970; Mejlszenkier et al., 1973; Minow et al., 1974) . In the recent literature, myoglobinuria secondary to infection (type 2 in the previous classification) is designated more and more frequently as acute myoglobinuria (Simon et al., 1970; Berlin et al., 1974; Minow et al., 1974 Various structures such as nemaline body, honeycomb-like structure originating from the T-tube, or intramitochondrial fibrillar inclusion may appear as a crystalline structure in muscle fibres, but the small round particles with regular crystalline arrangement seen in the present case are quite different morphologically from any of the above, and resemble picornavirus particles. The presence of these crystals between almost normal muscle fibres in the present case may raise some concern. It should be noted that the same picture was observed by Sato and Nakamura (1975) , although its meaning remains obscure.
